Abstract. The 
significantly declined to 85 \m=+-\7% at 60 and 120 min during vincristine treatment as compared with those observed during the vehicle treatment in the same rats. Parathyroid glands were removed from rats between 60 and 120 min after vincristine or vehicle treatments for electron microscopy. Morphometric analysis revealed that the number of microtubules and mean microtubular length of the parathyroid cells were similar in the vincristine-treated rats to those observed in the control rats. Therefore, 1) in the intact rat, even low dosage of vincristine cause significant inhibition of iPTH release and 2) this inhibition occurs in the absence of any morphological alteration in the parathyroid cell microtubular structures.
The intracellular organdíes, microtubules and microfilaments have been implicated in the secre¬ tion of hormones from various endocrine glands (Lacy et al. 1968; Ostlund 1977) . The importance of microtubules in the intracellular transport has been derived from the observations that agents such as colchicine, vinblastine, and vincristine which are known to cause disruption of microtubular structures have been shown to inhibit catecholamine secretion from adrenal medulla (Poisner & Bernstein 1971) , iodine secretion from the thyroid gland (Williams & Wolff 1970) , pro¬ lactin secretion from the pituitary tumour cells in culture (Gautvik & Tashjian 1973) and insulin release in vitro from perfused pancreas and iso¬ lated perifused islets (Lacy et al. 1968; Malaisse et al. 1971 Malaisse et al. , 1975 . We have also shown that colchi¬ cine and vincristine cause inhibition of glucoseinduced insulin release in vivo (Shah & Wong- bules has failed to inhibit arginine-induced insulin release in the intact rat. These observations of dissociation of the effect of vincristine on stimu¬ lated insulin release and pancreatic beta cell microtubular structures prompted us to evaluate the effect of vincristine on hormone release and microtubular structures of other endocrine cells.
In the experiments to be described, we evaluated the effect of vincristine on parathyroid hormone release and on the parathyroid cell microtubular structures in the intact rat.
Materials and Methods

Preparation of rats
Under pentobarbital anaesthesia, a polyethylene cathe¬ ter was implanted in the jugular vein and exteriorized on the dorsum of the neck of male Sprague-Dawley rats. The animals recuperated and regained weight and were in normal anabolic state by the 5th post-operative day. The studies were performed after this recupera¬ tive period, when specially prepared extension cathe¬ ters were connected to the indwelling catheters through which vincristine was infused and serial blood samples were collected. During the study the rats remained anaesthetized, unrestrained and undisturbed. The de¬ tails of the technique have been previously reported (Shah et al. 1977) . All studies were performed in these 300-350 g rats after an overnight fast. (Fig. 1) 
Discussion
Microtubules have been implicated in the secre¬ tion of parathyroid hormone (Kemper et al. 1975; Chertow et al. 1974 Chertow et al. , 1975 Reaven & Reaven 1975; Chu et al. 1977; Chanard et al. 1977 ). This role of microtubules in the parathyroid hormone secretion has been hypothesized from the obser¬ vations that microtubular disrupting agents such as colchicine and vinblastine can cause inhibition of PTH release in vitro from bovine parathyroid glands (Chertow et al. 1974 (Chertow et al. , 1975 (Madyastha et al. 1977) . Dissociation of the effects of vincristine on the beta cell microtubular struc¬ tures and on the stimulated insulin release ob¬ served in our previous studies have shown that the effect of these agents on insulin release is mediated by mechanisms other than microtubular dis¬ ruption (Shah et al. 1979 (Shah et al. , 1981 (Shah et al. , 1982a (Shah et al. , 1982b 
